INTRODUCTION {#sec1-1}
============

The name Hashimoto thyroiditis (HT) was derived from the 1912 report by Hashimoto describing patients with goiter and intense lymphocytic infiltration of the thyroid (struma lymphomatosa).[@ref1] HT is known to be the most common cause of hypothyroidism in iodine-deficient areas of the world.[@ref2] Papillary carcinomas are also the most common form of thyroid cancer, and majority of them are associated with previous exposure to ionizing radiation. The association of papillary thyroid carcinoma (PTC) and HT has been a subject of debate, since it was first described by Dailey *et al*. in 1955.[@ref3][@ref4][@ref5] Lee *et al*., Cipolla *et al*., Liu *et al*., Pino Rivero *et al*., and Singh *et al*. in their various studies concluded that there was an association between HT and PTC.[@ref6][@ref7][@ref8][@ref9] We found on a microscopic examination of a thyroid biopsy from 50-year-old female, foci showing HT, PTC, and Hurthle cell hyperplasia; and it is hereby being reported.

PATIENTS AND OBSERVATION {#sec1-2}
========================

The patient was a 50-year-old woman who initially presented to the Surgery Department of Benue State University Makurdi with a 10-year history of goiter. The swelling increased gradually in size and appeared multinodular in contour, approximating 10 cm × 8 cm \[[Figure 1](#F1){ref-type="fig"}\] and was all the while painless until about 3 months prior to presentation to the Surgical Outpatient Unit of the Hospital with pain and tenderness, and mild difficulty in swallowing. The pain was described as dull which gradually increased in intensity necessitation her decision to seek medical intervention. She also complained of intolerance to cold and easy fatigability. The serum thyroid-stimulating hormone (TSH) was high −40.5 µIU (normal reference range of 0.4--6.2 µIU), and the T4 was low- \< 50 nmol/L while T3 was subnormal. The full blood count revealed mild microcytic hypochromic anemia with normal differential counts. Urea and creatinine were within the normal reference range. The erythrocyte sedimentation rate was mildly elevated--35 mm/h (Westergren method). The fine needle aspiration cytology done yielded about 10 ml of aspirate of pus admixed with altered blood, and the microscopic examination of the smears showed a few suspicious follicular epithelial cells with open nuclei, and pseudocytoplasmic nuclear inclusions in a background containing mainly neutrophil polymorphs, lymphocytes, foam cells, and hemosiderin-laden macrophages. The patient had an incision biopsy which on microscopic examination showed areas with PTC, HT, and Hurthle cell metaplastic changes \[Figures [2](#F2){ref-type="fig"}--[4](#F4){ref-type="fig"}\].

![Multinodular goiter in a 50-year-old woman diagnosed with concurrent Hashimoto thyroiditis, papillary thyroid carcinoma, and Hurthle cell adenoma. (a) Anterior view of goiter with focal cystic areas filled with pus. (b) The lateral view of the goiter showing extension of the swelling into the posterior aspect of the neck](NMJ-56-433-g001){#F1}

![Hashimoto thyroiditis. Residual thyroid follicle being destroyed by a dense lymphocytic infiltrates](NMJ-56-433-g002){#F2}

![The microscopic appearance of a papillary carcinoma showing well-formed papillae and cells with ground glass nuclei](NMJ-56-433-g003){#F3}

![Papillary carcinoma of the thyroid. The microscopic appearance of a papillary carcinoma showing cells with characteristic empty-appearing nuclei called "Orphan Annie eye" nuclei](NMJ-56-433-g004){#F4}

DISCUSSION {#sec1-3}
==========

In a research by Repplinger *et al*. that sought to answer a question, "Is Hashimoto\'s thyroiditis a risk factor for papillary thyroid cancer?" They discovered that a subgroup of patients with HT had strong associations with PTC.[@ref2] They also documented that there was a significantly greater percentage of PTC occurrence in females with HT as compared with females without HT.[@ref2] Gasbarri *et al*. in a study showed that the diagnosis of HT was a representation of a variety of disease mechanisms which influenced the clinical presentation of the disease including PTC.[@ref10] It is possible to extrapolate that certain factors influence varying thyroid growth including goiters or carcinomas. This index case certainly substantiates the causative relationship between HT and PTC. Some authors have proposed mechanisms and associations between the two lesions. Expression of the RET/PTC1 and RET/PTC3 oncogenes in HT patients was documented by Wirtschafter *et al*.[@ref11] as a major association, and this hypothesis was supported by Arif *et al*. who demonstrated that both diseases have a similar immunophenotypic expression, histological features, and the RET/PTC gene rearrangement on molecular studies.[@ref12] Moreover, Unger *et al*. documented p63 expression in a patient with HT, who also had concurrent papillary thyroid cancer.[@ref13] This hypothesis was further substantiated by Burstein *et al*. in their work where they made some propositions that the initiator of the two diseases was pluripotent p63-positive stem cell remnants.[@ref14] The intimate relationship between HT and PTC in this report goes further to substantiate the proposals made by these researchers that the two diseases may most probably have similar or common triggering factors. Another angle to this discuss is whether serum thyroid TSH has a causal role in the subsequent development of PTC in preexisting HT. Boelaert *et al*. documented that serum TSH is an independent predictor of malignancy in thyroid nodules,[@ref15] and Haymart *et al*. further showed that higher serum TSH in thyroid correlated with extrathyroidal extension of disease.[@ref16] Jonklaas *et al*. in their work concluded that higher TSH concentrations, even within the normal range, are associated with a subsequent diagnosis of thyroid cancer in individuals with thyroid abnormalities.[@ref17] The hypothesis that TSH stimulates the growth or development of thyroid malignancy during its early or preclinical phase was further supported by their work. Jonklaas *et al*. also demonstrated that patients with thyroid cancer also have lower T3 levels than patients with benign disease.[@ref17] This finding is in keeping with the clinical profile of this index case. It is interesting to conclude by joining Boelaert with the consensus opinion that serum TSH concentration can be used as a diagnostic adjunct in the identification of high-risk patients, who may require further investigation and/or surgical interventions.[@ref18]

CONCLUSION {#sec1-4}
==========

A high index of suspicion is required for establishing the coexistence of Hashimoto\'s thyroiditis with PTC; therefore, clinicians must thoroughly evaluate patients with Hashimoto\'s thyroiditis while pathologists have to always do a thorough job by painstakingly doing a macroscopic and microscopic examination of thyroid specimens more especially, ones with suspected or confirmed Hashimoto\'s thyroiditis.
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